Several biological models of Obsessive-Compulsive Disorder (OCD) have focused on the roles frontal cortex and basal ganglia dysfunctions play in the expression of the disorder. From a neuropsychological point of view, previous reports have underlined the possible involvement of the prefrontal cortex in declarative functions and the basal ganglia in procedural ones. A possible dissociation of cortical and subcortical functioning has been studied using the Hanoi Tower Task to explore different neuropsychological aspects of problem-solving procedures. Our results indicate that differential cortical and subcortical dysfunctions could contribute to OCD pathophysiology and that procedural and declarative forms might be independent of each other.
INTRODUCTION
Interest in the pathophysiology of Obsessive-Compulsive Disorder (OCD) has dramatically increased in recent years. The emerging consensus has it that the basic neural system involved in the expression of OCD consists of the orbital frontal cortex (OFC), the basal ganglia, and the anterior and mediodorsal thalamus. Neuroradiological (Luxemburg, 1989; Kellner, 1991; Scarone, 1992) and metabolic (Wise, 1989; Benkelfast, 1990; Perani, 1995) evidence and the high association between OCD and basal ganglia disorders (Pauls, 1986; Swedo, 1989; Cummings, 1992) strongly support this hypothesis. Several biological models of OCD proposed so far (Wise, 1989) have largely focused on the roles frontal cortex and basal ganglia dysfunctions might play in the expression of obsessive-compulsive (OC) symptoms.
Neuropsychologically, OCD appears to involve a primary hyperfunctioning of the OFC in which emotionally salient representations are excessively maintained online. This OFC hyperfunctioning is thought to activate in a ''vacuous'' way the striatum through a positive feedback mechanism normally inhibited by the orbitofrontal loop (Alexander, 1986) .
Moreover, neuroanatomic data on frontal cortex projections to basal ganglia (Yet-
